
MMR vaccination and autism 1998
Déjà vu—pertussis and brain damage 1974?

The media excitement and public concern after
a Lancet report linking measles, mumps, and
rubella (MMR) vaccine with autism1 kindles a

sense of déjà vu. It is highly reminiscent of similar
scares over pertussis in the 1970s,2 which resulted in
much suffering and many deaths from pertussis both
in Britain and internationally.2 3

Britain’s vaccination programme has hugely
reduced the incidence of diphtheria, haemophilus
meningitis, measles, polio, pertussis, congenital rubella,
and tetanus.4 As the incidence of these diseases has
fallen vaccine safety has assumed greater importance,
especially in parents’ minds. Any safety issue requires
cool scientific consideration.3 Here the hypothesis is
that MMR leads to a non-specific gut condition
permitting the absorption of non-permeable peptides,
which in turn cause serious developmental disorders.1

Supportive evidence consists of cases referred to a
gastroenterology group. The data published comprises
11 boys and one girl, each with bowel abnormalities
and serious developmental regression (nine had
autism). In eight children parents reported regression
starting shortly after the children received MMR.1

An editorial accompanying the article and a recent
review by the World Health Organisation list the
considerable evidence against this and previous related
theories from the same group.3 5 Since each year over
600 000 British children receive MMR in their second
year, an age when autism can typically manifest itself,
chance alone dictates that some cases will appear
shortly after vaccination.3 Cases will be selectively
referred to a group known for its interest in MMR,
inflammatory bowel disease, and autism, so the
hypothesis rests on clinical anecdote rather than an
epidemiologically sound base.

Proved serious vaccine reactions are characterised
by specific clinical or laboratory findings, but the
non-specific nature of the developmental and gut abnor-
malities in these cases is striking, and no precise case
definition is offered.1 No vaccine viruses were reported
in the children’s biological specimens, though the
researchers have previously reported viruses in bowel
tissues of children with inflammatory bowel disease,
findings which others have been unable to confirm.3

Epidemiological evidence is unsupportive: the
WHO found no links between measles, MMR, and
inflammatory bowel disease5; and a survey of
conditions associated with autism did not mention
inflammatory bowel disease.6 National data seem to
indicate a rise in the incidence of autism, but it started

over a decade before MMR’s introduction in 1988 and
showed no change at that time (M Bax, D Lawton,
Family Fund Trust, unpublished data). This evidence
suggests either no causative association or one that is
exceedingly rare. These and many other data relating
to MMR safety have been reviewed by the Joint
Committee on Vaccination and Immunisation, which
found no case for changing vaccination policy.
Unproved theories are no basis for dropping a vaccine
of proved global safety and effectiveness.3 5

Despite the lack of evidence of a causal relation,
and the experience of other hypotheses from the same
group (linking first wild measles, then measles vaccine,
and latterly MMR with bowel disease) not standing up
to independent scrutiny5 7 much parental anxiety has
resulted. MMR immunisation rates have begun to
decline and those at the “sharp end” of immunisation—
general practitioners, health visitors, and community
paediatricians—are experiencing parental inquiries.8

Any decline in immunisation, or the giving of MMR as
three injections at annual intervals (as suggested by
one of the report’s authors), will undo the recent near
elimination of measles and rubella in the UK.8

The experience with pertussis in the 1970s was also
based on anecdotal case reports linking pertussis
vaccination with infant brain damage.9 Again a tempo-
ral link between a vaccine and a devastating childhood
condition whose natural peak onset was at the very
time when most children received that vaccine was
misinterpreted as a causal relation. A national study
eventually showed that, while there was a temporal
association with encephalopathy, any risk of lasting
damage was so rare as to be unquantifiable.10 But the
initial report, then as now, attracted media attention;
parental and professional anxiety soared; and national
immunisation rates fell from 80% to 30%. The number
of susceptible children rose, and in the 12 years after
1976 three major pertussis epidemics accounted
nationally for over 300 000 notifications and at least 70
deaths. The suffering of families experiencing long
miserable illnesses was considerable, and in some cases
long term damage ensued. Some parents came to
believe that an immunisation they had approved had
damaged their child.

There are differences between then and now. The
connection of encephalopathy with pertussis vaccine
was biologically more plausible than the link proposed
for MMR and autism. The original national study10 has
already shown no link between measles vaccine and
long term developmental disorders.11 Detection of vac-
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cine reactions is more efficient, with international data
sharing and a careful eye on safety by independent
scientific experts on the Joint Committee on Vaccination
and Immunisation and committees of the Medicines
Control Agency. Surveillance results in product with-
drawal when there is clear evidence of a safety issue.

In the 1970s immunisation had a low priority, and
evidence based information for those doing the im-
munising was minimal. District immunisation coordi-
nators did not exist, and vaccination rates slumped
partially because it was unclear whose responsibility it
was to do anything about them.12 The pertussis
experience must not be repeated with MMR vaccine.
While no vaccine can be guaranteed to be without any
risk, this has to be weighed against the huge advantages

of protection against disease. Seeds of concern have
been sown among parents and no doubt will continue
to be spread. Those advising families must make sure
parents can base their decisions on hard science and
evidence.

Angus Nicoll consultant epidemiologist
Public Health Laboratory Service, London NW9 5EQ

David Elliman Consultant community paediatrician and
district immunisation coordinator
St George’s Health Care, London SW17 0QT

Euan Ross professor of community paediatrics
Kings College School of Medicine and Dentistry, Mary Sheridan
Centre, London SE11 4QW
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Hydroxychloroquine retinopathy: is screening
necessary?
Intensive screening is not necessary at normal doses

The 4-aminoquinolines (chloroquine and
hydroxychloroquine) are used as second line
agents for their disease modifying effect in

rheumatoid arthritis and systemic lupus erythemato-
sus. The association between chloroquine therapy and
pigmentary maculopathy has been known since 1959.1

The manufacturer’s datasheet suggests that all patients
receiving hydroxychloroquine should undergo an
ophthalmic examination, including a central visual
field test, at least twice a year. If implemented this
recommendation would have a noticeable impact on
the ophthalmic service. Is it necessary?

The earliest sign of chloroquine retinopathy is a
paracentral scotoma. This so called premaculopathy
can be detected with an Amsler chart.2 Later, subtle
pigmentary mottling develops at the macula, and this
may progress to the characteristic bull’s eye maculo-
pathy and widespread retinal pigment epithelial
atrophy. In its early stages chloroquine retinopathy is
reversible by stopping the drug.3 Hydroxychloroquine
given at currently prescribed doses is thought to be less
toxic than chloroquine.

The recommended dose for hydroxychloroquine is
6.5 mg/kg lean body weight per day.4 In their prospec-
tive study of 73 patients treated with hydroxychloro-
quine for at least 18 months, Morsman et al reported
one case of possible toxic retinopathy—and this patient
had received twice the recommended daily dose.5 In a

retrospective study of 82 patients taking hydroxy-
chloroquine for over a year (mean 38.6 months)
Spalton et al found no cases of retinopathy.6 No corre-
lation was present between the computerised visual
field indices and any measure of increasing drug expo-
sure. The authors concluded that visual field testing
was unnecessary in these patients.6 Bernstein analysed
all published cases and Food and Drug Administration
reports of hydroxychloroquine retinopathy. He found
no evidence of permanent visual loss among more
than 1500 patients who did not exceed the
recommended daily dosage for up to 10 years.7 More
recently, however, two well documented cases of
hydroxychloroquine retinopathy have been reported
in patients treated for 6.5 and 8 years without exceed-
ing the recommended maximum daily dose.8

The Royal College of Ophthalmologists’ guidelines
for managing patients receiving hydroxychloroquine
recommend a baseline ophthalmic examination at the
start of treatment, including best corrected visual
acuity, fundoscopy, and a central visual field test.9

Thereafter the prescribing medical practitioner should
be responsible for any screening considered necessary.
Patients should be warned to report any visual
disturbance and may be given an Amsler chart to
use on a monthly basis. No further ophthalmic
examination is necessary unless the patient becomes
symptomatic.
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Current evidence suggests that hydroxychloro-
quine retinopathy is extremely rare if the recom-
mended dose is not exceeded. In most cases a baseline
ophthalmic assessment and issue of an Amsler chart
with instructions on its use will suffice. The small
number of patients who have received hydroxychloro-
quine for longer than six years should be kept under

ophthalmic review until more information is available
about the safety of long term treatment.

Chris Blyth Senior registrar in ophthalmology
Carol Lane Consultant ophthalmologist
Cardiff Eye Unit, University Hospital of Wales Healthcare NHS Trust,
Cardiff CF4 4XW
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Blood transfusion risk: protecting against the
unknown
Worries over variant CJD should not detract from work on other, better known,
risks

In relation to viruses—which, classically, have posed
the greatest potential risk to transfusion recipients—
British blood is among the safest in the world. For

HIV, the risk per unit of transfusion is about 1 in 2.5 mil-
lion.1 But British blood services are now faced with the
challenge of managing a potential risk from the
transmissible spongiform encephalopathies, notably
variant Creutzfeldt-Jakob disease. This challenge is
particularly difficult given the lack of firm data on either
the likely scale of variant Creutzfeldt-Jakob disease
infection in Britain or the likelihood that the causative
agent is present in and transmissible by donated blood.
The announcement by the Department of Health,
following advice from the Committee on Safety of
Medicines, on 26 February of “further precautionary
measures” in relation to the use of British plasma in
blood products brings the challenge sharply into focus.

In March 1997 the World Health Organisation con-
cluded that there is no proved or even probable instance
of transmission of Creutzfeldt-Jakob disease by blood,
blood components, or plasma derivatives, though it did
identify a requirement to assess further the potential risk
posed to transfusion by variant Creutzfeldt-Jakob
disease.2 Lack of evidence of risk is not evidence of
absence of risk.3 The report that PrP deposition can be
identified in tonsillar biopsy specimens from patients
with variant Creutzfeldt-Jakob disease suggests greater
lymphoreticular involvement than that seen in classical
forms of the disease.4 In response to these and other
data the Department of Health, following the advice of
the Spongiform Encephalopathy Advisory Committee,
commissioned an independent risk assessment of the
possibility that leucodepletion of blood components
might reduce any risk of transmission of variant
Creutzfeldt-Jakob disease by transfusion. The outcome
of this is still awaited. This, taken in conjunction with the
Committee on Safety of Medicines’ recommendations, is

likely to result in fundamental changes to the provision
of transfusion services and products in Britain.

The Committee on Safety of Medicines has identi-
fied several measures which together aim at both
ensuring the continued availability of safe and effective
plasma products and minimising the risk of exposure
to variant Creutzfeldt-Jakob disease through these
products. Measures include a requirement to recall
products manufactured from plasma pools that
include donations from individuals strongly suspected of
suffering from variant Creutzfeldt-Jakob disease, thus
extending previous recommendations that covered
only confirmed cases. To minimise the impact of any
future recalls albumin made from British plasma will
no longer be used as an excipient in medicinal
products, including vaccines. Recombinant factor VIII
(presumably incorporating a “safe” source of human
albumin stabiliser) will be made available for all new
patients with haemophilia and for those aged under
16.

All medicinal products manufactured from British
donor plasma will be reviewed to determine which
products should in future be produced from plasma
sourced from countries which do not have clusters of
cases of variant Creutzfeldt-Jakob disease. The plasma
fractionation centres in England and Scotland will be
allowed to import plasma for onward manufacture.
The Medicines Control Agency will inspect the suppli-
ers of this plasma to determine that their source
donors, even if paid, are as safe as British donors in
respect of viral transmission. British transfusion
specialists have long promoted voluntary unpaid
donation as a mechanism for assuring the safety of
blood components and products. In attempting to
reduce the theoretical risk of transmitting variant
Creutzfeldt-Jakob disease we need to ensure that other
infectious risks are not forgotten.
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The safety of fractionated products has improved
greatly in recent years and is assured by a number of
approaches. Meticulous donor selection procedures,
careful inventory management, and testing with the
polymerase chain reaction may enable plasma pools to
be created from paid donors with viral loads similar to
those present in pools derived from unpaid volunteers
(J Reilly, data presented at conference on blood safety,
Washington, 1998). When combined with specific steps
in the manufacturing process to inactivate and remove
viruses, such approaches will assure the safety of prod-
ucts in relation to viral transmission. This may not be
possible for all products, and the Committee on Safety
of Medicines may conclude that in some instances
British plasma remains the preferred source. Anti-D
immunoglobulin may fall into this category. In such
cases clinical indications will need to be re-evaluated—
including, for anti-D, the recent recommendations on
antenatal prophylaxis.5

With access to alternative supplies of plasma the
British fractionation centres will be able to continue
production, ensuring that their facilities, expertise, and
trained staff are not lost. Investment in research in this
area will be needed to aid understanding of the distri-
bution of variant Creutzfeldt-Jakob disease in blood
and possible methods to remove or inactivate the
agent. Hopefully in time it will be possible to resume
processing of British plasma.

How will this be judged? New cases of variant
Creutzfeldt-Jakob disease in the population are
meticulously monitored, and epidemiologists will
refine models to predict the likely size of any epidemic
and when it may peak following the removal of
infected beef from the food chain. Understandably,
huge interest has been generated by the report of a
monoclonal antibody that can discriminate between
normal and abnormal prion protein.6 It is hoped that
this may lead to a test to detect infected individuals and

to possibilities for affinity purification of plasma prod-
ucts to remove any abnormal prion protein.

This comprehensive package of precautionary
measures has obvious resource implications. Just as
these precautions should be seen in the light of the
bovine spongiform encephalopathy epidemic, so, we
hope, will the identification of resources. With reorgan-
ised blood services striving to improve consistency and
good practice while finding efficiency savings, new poli-
cies should not detract from other areas of blood safety.
We have a difficult message to convey to blood recipients
and to blood donors: British blood is safe, but we are
always seeking ways of making it safer. One of our first
challenges following these announcements is to
persuade donors that they are still urgently needed and
that, as always when we have needed them, they should
continue coming forward to give their blood.

John Barbara Microbiology consultant to the National
Blood Authority
National Blood Service, London and South East Zone, London
NW9 5BG
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Patient data, confidentiality, and electronics
Identifiable data should no longer be freely available within the NHS

“Banks access computer records, foreclose on
cancer patients.”1 This emotive headline from
America in 1993 demonstrated the risks to

confidentiality posed by electronic patient records—
which are easy to inspect, copy, and transmit without
anyone knowing. In Britain, attempts by the medical
profession to ensure that such headlines should never
be seen here led to fundamental disagreements with
the Department of Health. These in turn stalled the
already slow development of electronic data handling
in the NHS. Only now, with the publication in Decem-
ber of the Caldicott report, is a way forward beginning
to emerge.

Shortly after this American headline, the BMA and
the Department of Health first discussed confi-
dentiality within the NHS information strategy. The
Department of Health (and the NHS Executive)
believed all electronically held clinical data should be
shared through “the wider NHS family” to facilitate

NHS management,2 but the wider family turned out to
be almost anyone in contract with or relating to the
NHS, whether clinically involved or not. The BMA felt
that patient confidentiality would be so threatened that
the only ethical solution was to keep all identifiable
clinical data within the clinical domain.3

After failing to reach any agreement for several
years, the two sides last year agreed to the setting up of
a review of the problem of identifiable patient
information within NHS information systems under
the chairmanship of Dame Fiona Caldicott.4 The aim
was to study flows of identifiable patient data in NHS
business to decide whether the inclusion of identifiers
was justified and what action could be taken to
minimise potential breaches of confidentiality.

Given that the NHS Executive believes that author-
ised insiders misusing their position represent the
most serious threat to confidentiality, it was particularly
appropriate that the executive should undertake this
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review. As an NHS Executive review studying NHS
procedures in the light of rules set down by the execu-
tive,2 it is no surprise that all the business flows studied,
such as general practitioners’ family planning claims
and extracontractual referrals, were deemed justified in
containing patient identifiers. Nevertheless, the report
went on to develop principles of confidentiality and
build recommendations on these principles about how
the NHS should handle electronically held patient
data. These are to apply across the administrative and
clinical arms of the NHS and are the start of a continu-
ing process.

The better parts of the report state good practice
for NHS electronic health records for the first time; the
bad bits will require further negotiation to bring the
recommendations back in line with the principles. A
particular problem is the idea that the NHS number
will act as a “de-identifying” variable in patient data
(thereby supposedly enhancing protection of the data).
In a computerised NHS, however, the NHS number is
actually a better identifier than the patient’s name and
address. To solve this problem, pilot studies are under
way to look at controlling access to the NHS number,
and hence clinical records, in active NHS use.
Nevertheless, and despite these real problems, the
most valuable feature of the report is its promotion of
a culture change within the NHS administrative
machine. The report insists (and in accepting the
report the NHS Executive has accepted) that identified
data are longer freely available for all to see within the
NHS.

What does this mean for clinicians? Work—and
thought. It is no longer enough to say that data privacy
is somebody else’s problem, because clinicians are ulti-
mately responsible for the safety of the patient data
they commit to electronic transfer or storage.5 This
responsibility is wide and poorly understood. In the
same way as paper records require proper care, so
must clinical computer systems store data safely, and
transmit data only to other appropriate safe havens,
usually clinical ones. If clinicians cannot ensure that,
they must see that the data have their identifiers
removed before being committed to electronic media.
This concept is new for many clinicians, and, while
relatively easy in general practice, is a problem for most
hospitals, which have traditionally been relaxed about
care of patient data. This concept poses particular
questions about research databases and registers, and
the data guardians proposed by Caldicott to effect and
enforce the report’s principles will require consider-

able support, education, and training for their role
(which the NHS Executive has agreed to finance).

Another American newspaper article recounts how
a patient made the reasonable request that his
electronic data should be identifiable only on the ward
computer terminal.6 This apparently simple request
created enormous problems for the hospital computer
system because confidentiality had not been designed
in from the start. The risk exists that the same thing
could happen in Britain if the residue of the internal
market makes clinicians and administrators feel
justified in breaking patient confidentiality. Given the
advice of the BMA,3 the Caldicott report, and adequate
money now delivered for protecting confidentiality,
there is no longer any excuse for either the executive or
clinicians to fail to protect patient data adequately.

A peripheral issue the Caldicott report brings in its
train is whether the NHSnet confers confidentiality, for
the two are often confused. The NHSnet is the
developing NHS intranet for exchanging business and
clinical electronic messages, and many had hoped it
would solve the confidentiality problem for patient
data. Unfortunately it does not, being only a set of
dedicated telephone wires. Safe carriers are helpful but
not an answer, for the risk to patient data is not in tran-
sit, but at workstations throughout the NHS where the
data are used.

The final question for confidentiality is how the
NHS Executive will ensure that it gains informed con-
sent from patients to use their data, a task the Caldicott
review declined to tackle. The true sign of how
seriously confidentiality is regarded by the NHS will be
the action the executive takes to make informed
consent the gold standard for handling patient identi-
fiable data.

Grant Kelly Chair, Joint Computing Group of the
General Medical Services Committee and Royal College of
General Practitioners
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Immunosuppressive drugs after lung transplantation
New agents may improve long term survival

Survival figures after lung transplantation for the
period up to 1996 were reported at a recent
annual meeting of the International Society of

Heart and Lung Transplantation in London. Although
quality of life for patients is greatly improved for some
years after transplantation, five year survival after heart-
lung, single lung, or double lung transplantation is still

less than 50%.1 Mortality in the first 30 days has
improved because of advances in surgical technique and
in methods of lung preservation,1 but after 30 days the
survival curves in 1988-91 and in 1992-5 are parallel.

The main cause of death between 30 days and a
year after transplantation is infection. After a year the
main cause is bronchiolitis obliterans syndrome. This
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fibroproliferative disorder affects the small airways of at
least half of patients who survive for three months after
transplantation.2 Its pathogenesis is unclear but it rep-
resents a fibrotic repair process occurring after chronic
airway injury, and retrospective series have shown that
acute lung rejection is an important risk factor for its
development.2 New treatments for bronchiolitis oblit-
erans syndrome and steroid resistant rejection have
included trials of inhaled cyclosporin, total lymphoid
irradiation, and methotrexate.3-5 However, since infec-
tion is still an important cause of death after lung
transplantation,6 further gains in survival will be
difficult to achieve with current immunosuppressive
regimens: cyclosporin, azathioprine, steroids, and cyto-
lytic drugs. More effective immunosuppressive drugs
are needed, and clinical trials evaluating new
immnuosuppressive agents in lung transplantation are
planned. Currently, encouraging results have been
reported with these drugs after renal transplantation.

Better absorption of a new formulation of
cyclosporin—cyclosporin microemulsion formulation
(Neoral, Novartis)—increases overall exposure of
patient and graft to cyclosporin without an increase in
toxicity. The improved pharmacokinetic profile has
been shown in healthy human volunteers and stable
renal and lung transplant patients, including patients
with cystic fibrosis.7

Tacrolimus is the United States approved name for
FK506 (Prograf, Fujisawa). Gjertson et al examined
data from the United Network for Organ Sharing kid-
ney transplant registry on 38 057 patients who had
been discharged after their first cadaveric kidney trans-
plant.8 They compared kidney half life in different
treatment groups and found it was 13.8 years for
patients taking tacrolimus, 8.8 years for patients taking
cyclosporin, and 7.7 years for patients taking other
drugs. The authors stated that FK506 seemed to be the
first drug significantly to improve long term survival of
kidney grafts.

In the only properly controlled study comparing
cyclosporin and tacrolimus treatments in lung
transplantation there was a trend towards improved
survival at two years in the tacrolimus group and a
reduction in rejection episodes (0.85/100 patient days
for tacrolimus and 1.09/100 patient days for
cyclosporin; p = 0.07).9 Notably, however, fewer
patients in the tacrolimus group developed obliterative
bronchiolitis compared with the cyclosporin group
(21.7% v 35.8%, P = 0.025). Tacrolimus may be effective
in treating persistent rejection and in slowing down
deterioration in airflow that occurs with bronchiolitis
obliterans syndrome.10

Mycophenolate mofetil (Cellsept, Hoffmann LaRo-
che) is a morpholinoethyl ester of mycophenolic acid
and has been more extensively studied in controlled,
open, and blinded clinical trials than any other new
immunosuppressant. In all studies mycophenolate has
been substituted for azathioprine in triple drug
regimens. In a pooled efficacy analysis of three large,
randomised, double blind, clinical trials of renal trans-
plantation, the mycophenolate groups showed better
survival of grafts and fewer rejection episodes (19.8%
and 16.5% for mycophenolate 2 and 3 g v 40.8% for
azathioprine, p < 0.0001).11 There was no difference in
infection rates between patients in the azathioprine
group and the mycophenolate group.11

Three lung transplant centres recently reported
their initial experience of mycophenolate mofetil in
lung transplantation.10 None of the studies was
properly controlled, and each contained relatively
small numbers of patients. All the studies reported sig-
nificantly fewer episodes of acute rejection, proved by
biopsy, without a significant increase in infection. In
one paper the authors detected a significantly smaller
drop in forced expiratory volume in one second in the
mycophenolate group.10

Sirolimus (US approved name for rapamycin—
Rapimmune, Wyeth, and RAD rapamycin derivative,
Novartis) is structurally similar to tacrolimus but has a
different mode of action.12 Recently published phase II
trials in renal transplant patients suggest that the drug
can decrease acute rejection rates from 40% to less
than 10% among patients taking full dose cyclo-
sporin.13 This improvement is achieved with a small,
non-significant increase in infectious complications.
The authors suggest that the drug may mitigate the
need for long term steroid treatment.

Randomised controlled trials comparing mycophe-
nolate mofetil and rapamycin or rapamycin derivative
with azathioprine are now in the planning stages. These
new drugs will soon form the basis of new immunosup-
pressive regimens for use in lung transplantation that
are expected to have an impact on long term survival.
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Continuing medical education: where next?
Doctors must manage their own education

The recent BMJ series on continuing medical
education highlights the need for more
efficient, up to date, and accountable pro-

grammes. Over the past three to four years the royal
medical colleges in Britain have implemented their
own schemes of formal continuing education.
Adequate educational opportunities now exist for
most British clinicians,1 though much of the education
offered is a diet of lectures, symposiums, and specialist
society meetings. Given that lectures are not the ideal
vehicle for adult learning, what other initiatives are
available for practising doctors and what can we learn
from new developments in Britain and world wide?

There are two ground rules. Firstly, every doctor
has a personal responsibility to keep up to date and,
secondly, trained professionals must be responsible for
directing their own lifelong learning.2 3 Accordingly, to
help clinicians cope with the prodigious growth of
information and to focus their effort, colleges and spe-
cialist societies have introduced, or are introducing,
journal articles specifically designed for continuing
medical education: many include an element of
interaction between the reader and the topic which
helps validate the learning. For example, the Royal
College of Obstetricians and Gynaecologists has two
paper based distance learning resources, PACE
(personal assessment in continuing education) and
LOGIC (learning in obstetrics and gynaecology for
in-service clinicians), which provide up to date reviews
written by experts and self assessment tests (PJD
Milton, personal communication). It is now introduc-
ing a multimedia approach to distance learning.4 The
Royal College of Pathologists offers similar exercises
and allows participants to compare their performance
(anonymously) with that of their peers in the same spe-
cialty group.5

The profession is now well placed to reap the ben-
efits of the electronic revolution. The medical
knowledge self assessment programme of the Ameri-
can College of Physicians is now available on CD
ROM, and interactive case based CD ROMs are also
being distributed. Computer conferencing is increas-
ingly being used, and educational programmes, such as
that run by EuroTransmed, are delivered by satellite
and on the internet. In Canada the innovative mainte-
nance of competence programme (MOCOMP) of the
Royal College of Physicians and Surgeons6 encourages
clinicians to manage their own continuing medical
education using the philosophy that we should focus
on what can be learnt from everyday practice. PCDiary
software is used by participants to define their learning
needs and to keep a portfolio of learning experiences.

We disregard many of the commendable, but
underused, educational resources readily available
within the NHS. Learning visits to experts or centres of
excellence, not commonly regarded as formal educa-
tion, can be of great practical help. If necessary these
learning visits could be extended to longer second-
ments, particularly if consultants need to take new
skills back to their own hospital. This type of challenge

is being met by the Raven department of education at
the Royal College of Surgeons of England, which
teaches specialist skills to postgraduates and estab-
lished consultants.

Peer review visits, pioneered and implemented by
the Royal Australasian College of Physicians,7 and now
being pursued by several British specialist societies,8

are manifestly of value to both the reviewed and the
reviewers. Initial fears that they might prove hostile or
intrusive have largely been dispelled, but the expense
of site visits in America has been prohibitive.9

Continuing medical education doesn’t just mean
keeping up to date with one’s own speciality interests. It
has to be extended into the wider aspects of continuing
professional development, including computer lit-
eracy, ethics, appraisal, management, and evidence
based medicine. It also means facing the challenge of
interprofessional collaboration and making teamwork
a reality.10 Striking the correct balance for each
individual is not without difficulty.

The royal medical colleges have never regarded
continuing medical education as a tool to deal with
poor performance. With a fair system in place to help
doctors who do not perform well,11 continuing medical
education should no longer be seen as a measure to
identify bad doctors. It should be seen as prevention.
The colleges’ attention will remain focused on
standards of medical care in a changing health service.

Questions remain whether continuing medical
education should be mandatory. In Britain the colleges
have agreed that formal schemes are necessary if they
are to retain their self regulatory privileges. Self report-
ing systems are developing and compliance is high, but
many doctors, while enjoying their education, find its
documentation a chore. Few realistic and practical
alternatives to formal college administered credit
systems have, however, emerged. Fulfilment of
educational requirements is no guarantee of clinical
effectiveness or performance, but employers, insurers,
and medicolegal agencies need to know that a doctor’s
continuing medical education is of good standing. If
doctors are to be encouraged to “keep up to date” it is
essential that time and reasonable funding are made
available, particularly for those in the neglected
non-consultant career grades.12 Continuing medical
education now needs to move on. Those who smugly
reassure themselves by saying, “There’s no need to
change, we do it all anyway,” will find themselves left
behind.

Peter Toghill Director of continuing medical education
Royal College of Physicians, London NW1 4LE
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Poverty in rural areas
Is more hidden but no less real than in urban areas

Rural societies are diverse, with a greater
proportion of both people in higher
socioeconomic groups and those with low pay

than in urban populations.1 2 Scattered among the
relatively wealthy landowners, commuters, and profes-
sionals are rural dwellers living on very low incomes.3 4

A recent BMJ editorial exhorted doctors to “combat
the damage” of poverty.5 In doing so, doctors should
look beyond the rural idyll and recognise that, as else-
where in the world, poverty in Britain is not confined to
cities.

Carr-Hill et al emphasised the importance of
looking at very small units—individuals and their
families—when considering health needs.6 This is
particularly important in rural areas. In cities generalised
observations about a street or electoral ward may be rea-
sonably accurate, but in the country an affluent
landowner and his socially isolated and underprivileged
neighbour may be the only people for miles around.

Twenty per cent of the rural population of England
and 25% of rural households live in “absolute poverty”
(on an income of less than 140% of supplementary
benefit entitlement).2 7 In rural Scotland in 1994, 49%
of heads of households had annual incomes below
£7800 (half the median Scottish wage). In remote areas
such as the Outer Hebrides the situation was worse,
with almost the whole population on “poverty”
incomes.3 Elderly people are worst affected: 35% of
poor rural households are elderly people living alone.

Employment trends help to explain such low
incomes. The number of people employed in agricul-
ture is decreasing. The trend is towards insecure, low
paid, often part time work with limited potential for
progression—for example, in tourism.8 Only 38% of
women in rural development areas have paid employ-
ment, compared with a British average of 45.5%.1 Rural
dwellers are less likely to register as unemployed and
more likely to migrate in search of work.2

Contrary to popular belief, rural homelessness is a
substantial problem. In England alone, over 46 000
people, 11.6% of the country’s homeless, are in rural
areas.9 The popularity of second homes and retirement
homes has led to inflated property prices, unattainable
by young people. Rented accommodation may be
available only during winter, out of the tourist season.
The sale of council houses has reduced the availability
of low cost housing for rent.4

Townsend describes poverty as “financial inability
to participate in the everyday styles of living of the
majority.”10 The more recent, broader concept of
“social exclusion,” developed within the European
Union, may be more helpful. It shifts the focus from

income and expenditure to multidimensional dis-
advantage, relating the individual to the society in
which he or she lives.11 Despite an increase in the size of
many villages, services such as shops, schools, banks,
police stations, and pubs have diminished.12 People
without their own transport and those with mobility
problems have increasing difficulty in gaining access to
services and are forced to use those local services that
remain. They spend more per item at village stores
than those who can drive to supermarkets. The rural
rich can economise in ways that their poorer
neighbours cannot. Similarly, independent transport is
an expensive necessity in remote areas (77% of rural
households have a car compared with an English aver-
age of 68%1) and compounds the poverty of families
on low incomes. The popular image of poor rural
dwellers being uncomplaining seems to be true. Many
compare their situation with the harsher conditions of
the past rather than with the current lifestyles of the
majority.3 Our knowledge of rural health need is
limited,13 but it is both logical and justifiable to assume
that poverty and poor health are associated in rural
areas,14 just as they are in our towns and cities. We
should not be blinded by the fact that rural poverty is
hidden.

Jim Cox General practitioner
Caldbeck, Wigton, Cumbria CA7 8DP
jim.cox@btinternet.com
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